suMMARY Chest pain induced by ergometrine was associated with ST depression and subsequent elevation in anterior leads in a 42-year-old man suffering from angina at rest. Coronary arteriography during the attack showed that coronary arterial spasm of different degrees was responsible for chest pain and both types of electrocardiographic abnormality. .,~~~~~~V 
.,~~~~~~V Repeat injection after glyceryl trinitrate shows reversal of coronary arterial spasm and a mild (500%) Maseri et al., 1977a) . Thallium-201 scintigraphy has shown a transmural reduction of regional perfusion during ST elevation suggesting extensive myocardial ischaemia (Maseri et al., 1976) , while ST depression appears to be related to subendocardial or diffuse ischaemia (Parodi et al., 1977) . Coronary artery spasm is accepted as the mechanism of recurrent episodes of chest pain with ST elevation, but the mechanism of rest pain with ST depression remains uncertain. However, the occurrence of coronary artery spasm has been reported in patients with subendocardial ischaemia during pain (Wiener et al., 1976; Maseri et al., 1977a) . Marzilli et a!. (1977) have described spasm of a small coronary artery branch or a diffuse narrowing of several branches during attacks of angina associated with STdepression.
In this patient we were able to induce an attack of angina by injecting ergometrine maleate. It is well known that this drug can provoke coronary arterial spasm and reproduce the clinical and electrocardiographic patterns of spontaneous angina (Specchia et al., 1976; Schroeder et al., 1977) . Coronary arteriography performed during the attack associated with ST depression showed spastic obstruction of the left anterior descending artery at the site of an insignificant fixed stenosis. When ST segment elevation occurred we were able to demonstrate more severe spasm which resulted in further reduction in ill group.bmj.com on June 15, 2017 -Published by http://heart.bmj.com/ Downloaded from calibre of the vessel and more proximal occlusion. The fact that spontaneous angina occurred with ST depression while the provoked attack was associated with both ST depression and elevation can be explained by the very powerful vasoconstrictor effect of the drug or by the usually prompt administration of glyceryl trinitrate at the onset of spontaneous pain.
The occurrence in this case of angina at rest with ST elevation or depression supports the hypothesis that coronary arterial spasm of differing degrees may be responsible for both types of electrocardiographic change. Thus, ST elevation and ST depression seem to represent two electrocardiographic aspects of 'the continuous spectrum of vasospastic angina' (Maseri et al., 1977b) .
We also reaffirm the usefulness of the ergometrine test during coronary arteriography in shedding light on the pathogenetic mechanism of angina at rest in patients who have no significant organic narrowing of coronary arteries. 
